Introduction
Acute thrombosis of abdominal aortic aneurysm (AAA) is not a frequent vascular emergency. It is characterised by poor prognosis; reported mortality rates range from 20% to 50% with prompt surgical treatment. 1 Aortic thrombosis may cause interruption of the blood supply to the spinal cord and therefore induce neurologic symptoms typical of progressive neuropathy. 2 Therefore, when unilateral paraplegia is the first main symptom, aortic thrombosis could be misinterpreted as a neuropathy. Here we describe a patient who initially presented with unilateral right extremity weakness mimicking stroke and who was finally diagnosed with acute thrombosed infrarenal AAA.
Case
An 82-year-old Korean man with a history of intracranial haemorrhage, hypertension, and atrial fibrillation, presented with abrupt onset of motor weakness in the right lower extremity, but no pain or tenderness. He was a non-smoker. He had not suffered from claudication in the past. He reported that his leg felt like a cotton bat. Dorsalis pedis pulses of both sides were weak. The patient's leg was not pale or blue. Muscle strength was 4/5 (right/left) for hip flexors, hip extensors, knee flexors, knee extensors, and 3/5 (right/left) for ankle dorsiflexors and ankle plantar flexors. Sensory function tests showed intact sensation, and pathologic reflexes were negative. National Institutes of Health Stroke Scale score was one point. Brain computed tomography (CT) and magnetic re s o n a n c e i m a g i n g ( M R I ) d e m o n s t r a t e d n o definite ischaemia or haemorrhage. Transthoracic electrocardiogram showed atrial fibrillation. Neither vegetation nor thrombus was detected with the echocardiogram. The possibility of stroke was considered and therefore the initial management consisted of heart rate control and anticoagulation therapy.
One day after admission, the motor weakness of the leg advanced bilaterally with coldness, and no pulse was palpable in the bilateral femoral, popliteal, and dorsalis pedis arteries. Despite the absence of palpable pedal pulses, both lower extremities appeared viable ( Figure 1A) . A subsequent contrast-enhanced CT angiogram confirmed the diagnosis of an acutely thrombosed infrarenal AAA and total occlusion of the bilateral iliac arteries ( Figure 1B ). Under general anaesthesia, median laparotomy revealed a larger, nonruptured completely thrombosed aneurysm ( Figure  2A ). Aortobifemoral bypass surgery using a Y-graft was performed with an infrarenal aortic clamp to preserve renal function. Open thrombectomy of both lower extremity arteries was performed via a Fogarty catheter. Since preoperative CT showed celiac axis stenosis with atherosclerosis, reanastomosis of the inferior mesenteric artery (IMA) to the Y-graft was mandatory ( Figures  2B, C, D) . After the complete vascular anastomosis, it was difficult to achieve complete haemostasis because of the bleeding tendency. No other intraoperative complications were observed and pedal pulses were checked thoroughly at the end of the operation.
However, the motor function of the right leg did not improve immediately.
Subsequently, the patient's right leg showed soft tissue swelling. Serum myoglobin increased over 3000 ng/ mL with anuria and mild acidosis. From the point of diagnosis of rhabdomyolysis and acute kidney injury, haemodialysis was maintained for 15 days. Serum creatinine level gradually increased to 5.32 mg/dL, but was normalised by the time of discharge with no renal function impairment. During the immediate recovery period, the patient received wound haematoma evacuation. A postoperative CT angiogram showed good patent aortobifemoral bypass graft with patent IMA ( Figure 1C ). Ankle brachial indexes were 0.58 on the right side and 0.94 on the left side. In nerve conduction studies, F-reflex was not conducted on bilateral peroneal and tibial nerves and H-reflex was not conducted on bilateral posterior tibial nerves. Compound muscle action potential (CMAP) was not evoked on the right peroneal nerve and bilateral tibial nerves. On the left peroneal nerve, delayed terminal latency, decreased CMAP amplitude, and decreased conduction velocity were observed. Sensory nerve action potential (SNAP) was not detected on the bilateral superficial peroneal and sural nerves. These neurophysiologic tests suggested lower extremity dominant severe sensorimotor polyneuropathy. The patient's leg motor strength improved (4/5). He was discharged on postoperative day 35. The patient was prescribed lifelong anticoagulants for prophylaxis against future thrombosis.
Discussion
Acute limb ischaemia following aortic thrombosis usually manifests as pain, pulselessness, pallor, paresthesia, paralysis, and poikilothermia. However, as shown in this case, when the patient demonstrates unilateral neurologic symptoms initially, the diagnosis could be difficult. 2 In this case, the initial treatment consisted of anticoagulation therapy due to the possibility of stroke. However, as paraparesis worsened with coldness and loss of pulse in the pedal arteries, acute limb ischaemia was suspected. Furthermore, there was a risk of thrombosis including hypertension and atrial fibrillation. A subsequent contrast-enhanced CT angiogram confirmed the diagnosis of an acutely thrombosed AAA. During surgery, it was not easy to achieve haemostasis due to anticoagulant effect that was initially admitted with misinterpretation as stroke.
T h e a e t i o l o g y o f i s c h a e m i c n e u r o p a t h y i s multifactorial. Interrupted blood supply to the spinal cord or the lumbosacral plexus is the most important mechanism. The spinal cord vasculature usually consists of one anterior and two posterior spinal arteries, which supply the anterior two-thirds and posterior one-third of the spinal cord, respectively. These arteries are derived from the subclavian, intercostal, lumbar, and lateral sacral arteries. The distal spinal cord, cauda equina, and lumbosacral plexus are also supplied from the lumbar, internal iliac and deep circumflex iliac arteries. Interrupted blood supply to the spinal cord or lumbosacral plexus could lead to ischaemic neurological symptoms. For example, occlusion of the great radicular artery or the artery of Adamkiewicz, which supplies the anterior spinal artery in the thoracolumbar segment, has been mentioned in different studies. 2 Furthermore, almost all of the blood supply to the sacral plexus is derived from the internal iliac artery. Lateral sacral and iliolumbar arteries run small branches into the anterior sacral foramina to supply the cauda equina. Abrupt interruption of the pelvic blood supply can cause ischaemic lumbosacral plexopathy as was observed in our case. Gloviczki, et al 3 described six types of ischaemic injury to the spinal cord or lumbosacral plexus. The clinical picture in our case was very similar to type IV lesions, probably due to unilateral plexus ischaemia caused by the infarction of the lumbosacral plexus.
The patient in our case had a one-day interval between symptoms and operation, and fortunately avoided limb loss. Presumably, this was due to prompt diagnosis and flow recovery of both extremity arteries postoperatively. In addition, avoidance of prolonged hypotension, minimising suprarenal cross-clamping, use of heparin, and use of a gentle technique to avoid thromboembolism are all important aspects in minimising ischaemic neurological injuries. 4 In conclusion, we report the successful treatment of a rare case of aortoiliac occlusive disease that was initially misinterpreted as a stroke. Despite unilateral paraplegia, misinterpretation can be minimised by taking a thorough history and performing a thorough vascular and neurological examination in patients who present weakness of lower extremities. Prompt surgical treatment should be attempted on diagnosis.
